from a uric acid level of 0.46 mmol/litre, an elevated level for the period of gestation. The urine was repeatedly blood stained, making protein estimation unreliable.
The diagnosis was one of severe hypertensive crisis of pregnancy. Conservative management was decided upon initially in an attempt to improve fetal outcome.
Initial control of blood pressure was achieved with phenobarbitone 200 mg intramuscularly and nifedipine 10 mg sublingually. She was started on aldomet 500 mg six -hourly and aspirin 75 mg daily. Hydrallazine 50 mg six-hourly was subsequently added to her anti-hypertensive regime. She received dexamethasone 8 mg eight-hourly to aid fetal lung maturation.
Forty-eight hours later she required transfer to the Labour Ward for further control of her blood pressure which had spiked to 200/120 mmHg. The patient was advised to have the pregnancy terminated.
She was commenced on a magnesium sulphate regimen, consisting of 4 g slowly intravenously, 5 g intramuscularly in each buttock, and 5 g intramuscularly four-hourly. Blood pressure peaks were controlled with nifedipine 10 mg sublingually on two occasions. Labour was induced with the aid of extra-amniotic prostaglandin (F2alpha) infusion, rupture of membranes and oxytocin. After three-and-a-half hours of labour she had a breach delivery of a 1.1 kg live male infant. The placenta appeared complete with an estimated blood loss at delivery of 100 m!.
Fluid therapy in labour was guided by a right antecubital fossa long line CVP, kept in the range of 5-10 cm H 2 0. Total intravenous fluids were 5 litres of modified Lactated Ringers solution, giving a urine output of 2860 ml, a positive fluid balance of 2140 ml. Despite this a further dose of magnesium sulphate was withheld during a brief period of po or urine output. Four hours after delivery a further blood pressure spike of 170/130 mmHg required treatment with sublingual nifidipine 10 mg and intravenous hydrallazine 6.25 mg. Post delivery she received pethidine 100 mg and promazine 25 mg intramuscularly.
Eight hours after delivery she began to complain of breathing difficulties. Auscultation over the trachea confirmed inspiratory stridor. Immediate fibreoptic laryngoscopy was carried out but inexplicably the tracheal inlet could not be visualised. A good view of the vallecula and anterior surface of the epiglottis was obtained and found to be normal, but it proved impossible to direct the bronchoscope posteriorly to visualise the larynx.
Over the next half hour the patient became increasingly distressed with more obvious stridor. She was transferred to the operating theatre where a nasal 7.0 mm cuffed endotracheal tube was inserted using an oxygen-halothane spontaneous ventilation technique. End-tidal CO 2 on insertion of the endotracheal tube was 51 mmHg (Datex Cardiocap, Model No. 50520). There was a good leak around the tube with the cuff deflated. At laryngoscopy marked anterior swelling of the posterior pharyngeal wall was noted while the epiglottis and laryngeal inlet appeared normal.
The patient was sedated with a total of 10 mg of omnopon intravenously and allowed to awaken, breathing spontaneously, from her anaesthetic. She was transferred to the Intensive Care Unit for further management. The endotracheal tube remained in place for the further 72 hours with the patient breathing spontaneously. A bloody vaginal discharge with pieces of placental tissue persisted, requiring a dilation and curettage on the fourth day, after which the endotracheal tube was removed. Throughout this period the patient remained oedematous despite adequate urine output and normal renal function tests.
All anti-hypertensive medications were stopped after 24 hours, but intermittent spikes of blood pressure required treatment with hydrallazine 6.25 mg intravenously or nifidepine 10 mg sublingually. Acebutolol 25 mg and a loading dose of digoxin (total 0.75 mg) were used to control a sinus tachycardia of 150 beats per minute. Subsequent blood pressure control has required aldomet 500 mg six-hourly and captopril 12.5 mg daily. DISCUSSION Severe laryngeal oedema without respiratory embarrassment was first reported in 1977. 1 Since then there have been nineteen descriptions of laryngeal oedema in pregnancy.2-13 Twelve cases were intubated for caesarean section, but in only two cases was the condition suspected beforehand. 6 Three reports record laryngeal oedema after extubation,8-10 and we have had a further such occurrence recently at this institution. 11 There are two reports of laryngeal oedema associated with vaginal delivery. The first is a patient requiring drainage of a vaginal haematoma after a normal vaginal delivery, who could not be intubated because of laryngeal oedema. 5 Laryngeal oedema associated with an upper respiratory tract infection was postulated in a patient with stridor who subsequently delivered vaginally.12 More recent is a first report of acute airway obstruction in an antenatal patient, requiring urgent intubation and then caesarean section.14 Acute airway obstruction also occurred in this patient, but after vaginal delivery. The cause of the obstruction -swelling of the posterior pharyngeal wall -has been reported previously5,lO,13 and explains the findings at fibreoptic laryngoscopy. The tip of the bronchoscope was guided forward to the anterior surface of the epiglottis by the swollen posterior pharyngeal wall.
The duration of intubation was also longer than those previously recorded, and was accompanied by persistence of the generalised oedema, despite adequate urine output. The retention of placental tissue may mean that the disease process continued until a dilatation and currettage was performed. The pathological processes in pregnancy-induced hypertension often persist for several days post partum. 15 Pregnancy-induced hypertension or general oedema has accompanied thirteen of the nineteen cases of laryngeal oedema, and was a risk factor here. Where hypertension was not a feature, raised venous pressure from prolonged labour2 or fluid overload in conjunction with oxytocics have been implicated. 3 ,7 Rapid weight gain in late pregnancy, upper respiratory infection and low colloid osmotic pressure have also been mentioned. 4 ,12 Varying degrees oflimb, facial and generalised oedema have been associated with laryngeal oedema, as in this case, and may indicate potential airway problems. However, there are many women with these factors who do not develop laryngeal oedema, so their predictive value is poor and the aetiology of this condition remains unclear. Laryngeal oedema also tends to be diagnosed at laryngoscopy so there may be more patients delivering vaginally in whom the condition is undetected. Anaesthesia and Intensive Care, Vol. 20, No. 3, August, 1992 Obstetric anaesthetics are generally aware of possible airway problems in their patients. Laryngeal oedema is present in a small number of pregnancies and may well be asymptomatic, but it can be life-threatening if it complicates intubation or extubation of the trachea. This case is a second reminder that airway difficulties in pregnant patients are not confined to the intubation and extubation periods.
Airway obstruction requiring urgent intervention may occur in late pregnancy and after vaginal delivery.
